A 67-year-old retired farmer was admitted to hospital two hours after the sudden onset of severe central chest pain radiating to both arms and associated with profuse sweating and dyspnea. He had been in excellent health recently and had no previous history of heart disease. His blood pressure was 190/110 mm Hg and the pulse rate was 60/min. There was no sign of cardiac failure. Electrocardiogram gave nor- n~al findings (Fig 1 ) , the white blood cell count was 17000/mm3 with 88 percent neutrophils showing a shift to the left. Serrtln enzymes showed nonnal levels of SCOT and LDH, but the CPK was minimally elevated at 87 units ( normal less than 70 units ) .
Severe chest pain recurred two hours after admission and \\.as controlled by 10 mg of morphine given intravenously. One half hour later, he complained of severe nausea and then srtclclenly c~)llapsed. The blood pressure could not be detected and the cardiac ~iionitor revealed atrioventricular junctional 1)radycardia at 40/min. Despite restoration of sinus rhythm at 115/1nin following 0.6 mg of atropine given intravenously, d~e blood pressure was still unrecordable and the central venotts pressure was 23 cm H30. A further electrocardiograni (Fig 2 ) revealed a shift in QRS axis fro111 +20° to + 80°, ST depression in V1 3 and peaked T waves in V3.3. ST elevation of 1.5 mtn and a reduction in R wave voltage in Vo were now present, suggesting a lateral wall infarction. This state of electro~nechanical dissociation with no recordable I)Iood pressure but an apparently useful cardiac rhythm continued until spontaneous breathing stopped and electrical asystole developed two hours later. Autopsy demonstrated acute he~tiopericardit~~~~ due to a dissecting hematonla through the lateral wall of the left ventricle. There was severe calcific atherosclerosis of all three coronary arteries and the lateral circumflex artery was occluded by atheroma. Sections through the ruptured myocardium showed some abnormal muscle staining with minimal polyrnorph infiltration.
Cardiac rupture occurring in patients with acute myocardial infarction but without electrocardiographic changes of transmural infarction appears to be extremely rare. London and London,' in reviewing 47 cases of cardiac rupture following acute myocardial infarction, noted that one of their patients had a normal electrocardiogram prior to the rupture but the time interval between was not reported. Biorck et al' reviewed 11 patients with cardiac rupture from a consecutive series of 529 patients with acute myocardial infarction and reported that 10 patients had electrocardiographic evidence of acute myocardial infarction and one had a persistent ventricular tachycardia. Friedman et a12 reported that all of their patients had electrocardiographic changes of acute transmural infarction. However, this patient shows clearly that cardiac rupture can occur in the al>sence of any abnormality on the electrocardiogram prior to the rupture.
The presentation of cardiac rupture in this case is otherwise typical. Recurrence of severe chest pain followed by sudden electromechanical dissociation, often accompanied by sinus or junctional bradycardia, appears to he the most common presentation of this complicati~n.~. infarction and surgical repair should therefore be feasible.
Similar observations have been made by London and London1 who reported that shock or congestive failure occurred in only one-third of their cases, and by Naeim et alR who reported only a 7 percent incidence of massive infarction in their series of 44 cases. A recent report by Cobbs et a13 describing the first two long-term survivors of this hitherto invariably fatal complication should stimulate further interest in an aggressive surgical approach to salvage these hearts "too good to die." In the present case, immediate surgical repair may well have saved the patient, as he survived two hours after the rupture, but as the nearest cardiac surgical unit is 130 miles away this was not attempted. In retrospect, this was wrong. Immediate surgical repair should have been attempted. Survival for a period long enough to allow appropriate treatment is probably not as rare as previously thought, as Cobbs et al%ere able to operate on 3 of 16 patients seen over a 5-year period. In their two successful cases, 20 and 40 minutes respectively had elapsed prior to resuscitation attempts.
One 26th hospital day showed interstitial fibrosis. Over the ensuing two months, the chest .adiograph and pulmonary function tests returned towards normal. We attribute the pulmonary fibrosis to incomplete resolution of the alveolar interstitial pathology secondary to the near-drowning and exposure to high oxygen mixtures.
T he acute clinical and physiologic sequelae attendant upon near-drowning are well described.'-5 Most abnormalities reverse rapidly with appropriate therapy; the majority of patients are discharged from the hospital within one week. It has been assumed that the pulmonary pathology, consisting of alveolar and interstitial edema with varying degrees of alveolar and capillary cellular damage,B reverses rapidly and leaves the patient with normal lung architecture and function. That this may not always be true is pointed out in this report, in which fresh water near-drowning and short-term high dose oxygen exposure led to pulmonary fibrosis as evidenced by pulmonary function tests and lung biopsy.
A 19-year-old Caucasian man was discovered face down in a swimming pool on May 26, 1974. He was taken to a local hospital where an oropharynageal ainvay was placed. On subsequent traqsfer to the Orange County Hospital, he was intubated with an oral endotracheal ( E T ) tube and placed on 100 percent oxygen by volume ventilator. The patient had never had any pulmonary problems and had a normal preemployment chest radiograph two months prior to admission.
Physical Examination
The blood pressure was 110/60 mm Hg, pulse 160/minute and regular, rectal temperature 39.9' C. The patient was in severe respiratory distress with pink frothy fluid exuding from the ET tube. Auscultation of the chest revealed mulltiple h e and coarse inspiratory rales bilaterally.
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interstitial infiltrates are present.
